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with marked limitation of most activities. Low glomerular filtration rates occur together with even greater decrease in tubular function. There are limitations in the ability to excrete a waterload together with marked reduction in maximal concentrating ability. The maximal osmolar excretion depends, however, more on the urinary concentration of urea and hence on the protein intake. The bicarbonate threshold is low and the capacity for excreting H+ ion in the presence of acidlemia limited. It is also probable that the renal response to changes in extracellular volume is limited. Body water composition shows relative overhydration in comparison with adults. Total body water varies from 700 to 800 ml/kg in the newborn infant to 600 ml/kg in the older child. The interstitial compartment is mainly affected, being in the newborn proportionately double that of an adult. Variations from this basic pattern are seen in prematurity, in small-for-dates infants, and in infants of maternal diabetics.
Partly because of a high rate of insensible water loss, water-balance in the young infant is one of rapid turnover, suited to the combination of a fluid diet and a markedly anabolic metabolism. This functions well in normal health but renders the young child vulnerable to metabolic insults affecting his water and electrolyte status. 
Plasma Angiotensin II Concentrations and Antidiuresis in Diabetes Insipidus
We have previously considered a hypothesis proposing that the effect of various natriuretic agents and of dietary sodium restriction in reducing the polyuria of diabetes insipidus might, at least in part, be due to the antidiuretic effect of increased circulating levels of angiotensin II (Brown et al. 1965 , Brown et al. 1969a .
The development of a radioimmunoassay technique for the measurement of plasma angiotensin II 1971) has permitted further investigation of this problem. Studies in 2 patients, one with vasopressin-sensitive, the other with vasopressininsensitive diabetes insipidus, have so far been conducted. In both, peripheral venous plasma angiotensin II concentrations were measured under basal conditions, during antidiuresis following frusemide administration and during antidiuresis induced by intravenous infusions of angiotensin II. Progressive doses of infused angiotensin produced progressive reductions in urine flow rate, and proportionate increases in plasma angiotensin II concentration.
Frusemide administration also caused an increase in plasma angiotensin II and reduction in urine flow. The extent of the antidiuresis and the increases in plasma angiotensin II were of a similar order in both patients.
In each subject, when the urine flow rate was plotted against the logarithm of the concurrent plasma angiotensin concentration, the values obtained under basal conditions and during antidiuresis induced by frusemide or angiotensin infusion fell on the same regression line, and in each the relationship was statistically significant (Fig 1) .
While further studies remain to be done, the present results suggest that the antidiuretic effect of frusemide in diabetes insipidus may largely be due to the induced rise in plasma angiotensin II concentration.
